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Imunohistochemie

* Prldkaz proteinld v nadoroveé tkani

* Vazba specifické protilatky

* Hodnoceniintenzity/rozsahu zabarveni
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Wild-type protein Mutovany protein

. Exprese specifickych markerdi (PD-L1)  ° Ztrata expre§e svedcici pro inak’Fivaénf * Pfitomnost specifické mutac?e (BRAF
«  ZwySena exprese proteinu v disledku alt,eram (SMARCBH1, ATRX. ajo.) V600E, IDH1 R132H aj.)
amplifikace/translokace (ALK, HER2 aj.) ° Ztrata ex!orege,MMR proteinu -
indikator MSI
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Exprese ALK u NPM1::ALK fuzovaného Ztrata exprese SMARCB1 u AT/RT BRAF V600E u maligniho melanomu
ALCL

https://www.pathologyoutlines.com, PMID: 16528370



Fluorescencni in situ hybridizace

) ) ) ; @ Pfiprava vzorku
e Detekce na urovni DNA v nadorove

bunice pomoci fluorescencné
znacenych sond -
« Podet signall a jejich pomér ke ; - m —
kontrolnimu signalu, jejich
uspoFédénl' Fixace —— Permeabilizace —— >  Denaturace
* Zmeény poctu kopii, translokace
(2) Hybridizace (3) Detekce

Fluorescencné
znacena préba
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4 D'\ L HER2 amplifikace

Translokace

Jednokopiova Amplifikace (break-apart préby)

ztrata

RET prestavba
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Polymerazova retezova reakce

* Analyza znamych alteraci (mutace, fuze)

Princip reakce

[T templat = DNA pacienta
ITT primery
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o Denaturace (~ 95 °C) Nasedani primer( e Elongace (72 °C)
("annealing”, ~55-65 °C)

Na rozdil od predchozich metod nutna izolace NK z primarniho materialu
Detekce na urovni DNA (analyza RNA po predchozim prepisu do cDNA = tzv. RT-PCR)

Detekce produktu

Detekce pribyvajici fluorescence v realném Case

Fluorofor

| ITIHTTIT | | |

Fluorescence

Flugrescenéni signdl Cyklus

End-point detekce
Neznaceny produkt na agarézovém gelu s pfidavkem barviva,
fluorescencné znaceny produkt na kapilarni elektroforéze

https://app.biorender.com/



Sekvenovani

* Stanoveni primarni struktury DNA (analyza RNA po predchozim prepisu do cDNA)

* 1. generace = Sangerovo sekvenovani
» cilena mutacéni analyza konkrétnich usekl DNA

* 2. generace = sekvenovani nové generace (NGS) = masivne paralelni sekvenovani
* vysokokapacitni profilovani, v souc¢asné praxi nejvice vyuzivano

* 3. generace
« Cteni dlouhych Usekud bez nutnosti amplifikace

G ACTA GTTCTG

SOOI

1. generace 2. generace 3. generace
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Sekvenace

Sangerovo Spusténi Projektu eukaryotického Uvedeni platformy Uvedeni platformy
sekvenovani lidského genomu genomu 454 GS20 PacBio RS
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Sekvenace Sekvenace
mitochondrialniho prokaryotického Dokonceni Projektu Uvedeni platformy Uvedeni platformy
genomu genomu lidského genomu Genome Analyzer MinlON
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1. generace 2. generace 3. generace
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Sekvenovani noveé generace

Izolace nukleové kyseliny Pfiprava sekvenaéni Zpracovani
 Neékolikakrokovy proces z FFPE bloku knihovny, sekvenace a interpretace dat

* Izolace DNA/RNA O
* Priprava sekvenacni knihovny
(knihovna = uskupeni vsech
sekvenovanych fragment()
« Sekvenace
* Bioinformatické zpracovani dat M ver
* \Whodnoceni —filtrovani na zakladé N
ruznych kritérii, prace s databazemi,
verifikace vysledkd

https://app.biorender.com/



Sekvenovani noveé generace

* Nekolik platforem sekvenovani noveé generace — nejcastejsi jsou vsak platformy od firmy
lllumina charakteristické tzv. sekvenaci syntézou

* Fragmenty knihovny jsou pomoci adapterovych sekvenci pfichyceny na sekvenacni povrch
(flow cell), namnozeny (bridge amplifikace) a nasledné probiha samotna sekvenace
syntézou = postupné je syntetizovan komplementarni fetézec, prficemz zaclenéni kazdého
jednoho nukleotidu vede k emisi svétla, které detekuje opticky modul sekvenatoru

* https://youtu.be/fCd6B5HRaZ8

@ Priprava knihovny @ Bridge (mustkova) amplifikace @ Sekvenacni reakce
DNA Hybridizace na flow cell Fluorescencné znac¢ené nukleotidy
T T [c)
l Fragmentace DNA /\
T Bridge
Zr S o D <« 1 amplifikace rﬁ}.) Cykly
I R — sekvenace
__m m__m x__/ RN
| | o S
Adapter [T { l
Opticka detekce
I T
T
Knihovna

https://app.biorender.com/


https://youtu.be/fCd6B5HRaZ8

Sekvenovani nové generace
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Pan-cancer: BRAF, NTRK1,NTRK2, NTRK3, RET,MSI, TMB

Genes with

biomarkers

Genes with biomarkers of clinical significance’ of potential
clinical

significance’

Breast BRCA1 BRCA2 ERBB2 ESR1 PALB2 PIK3CA

e

Colorectal ERBB2 KRAS NRAS

CGP NGS panely

G0 | <

* Panely stovek klinicky relevantnich genu U
* Standard pro prediktivni testovani el oo s o
o , , , . G‘(ﬁ?’é’ Ovarian BRCA1 BRCAZ  FOXL2 -
o Pru kaZ alte raCI na urovnl DNA I RNA ‘— APC ATRX CDKN2A CDKN2B EGFR H3F3A HIST1H3B HIST1H3C  IDH1 IDH2 MYCN
igé o PTCH1 RELA TERT TP53 -
« Stanoveni také dalSich biomarkerut jako je e 0 o me e mesweesne o e e

TMB, MSI, HRD B e we me s

2 S Uterine &  BRCA2  EPC1  ERBB2  ESR1  FOXO1 GREB1  JAZF1 NCOA2 NCOA3 NUTM2A NUTM2B
Y B PAX3  PAX7 PHF1  POLE SMARCA4 SUZ12  TP53  YWHAE
ALK APC  ARIDIA ASPSCR1  ATF1 ATIC BAP1  BCOR BRCA1 BRCAZ CAMTA1

CARS CCNB3 CDK4  CDKN2A Cic CITED2 CLTC COL1A1 COLBA3 CREB1 CREB3L1
CREB3L2 CSF1 CTNNB1  DDIT3 DDX3X DNAJB1 DUX4 EED EGFR ERBB2 ERG
ETV1 ETv4 ETV6 EWSR1 FEV FGFR2 FGFR3 FLI FOXL2 FOXO1 FOXO4

Other solid FUS GLI1 HEY1 HGF HMGA2 IDH1 KRAS LEUTX MAML3 MDM2 MYB

tumors MYOD1 NAB2 NCOA2 NF1 NFATC2 NFIB NR4A3 NRAS NUTM1 NUTM2A NUTM2B
PALB2 PATZ1 PAX3 PAX7 PDGFB PDGFRA PRKACA PRKD1 RANBP2 ROS1 SDHA
SDHB SDHC SDHD SMARCB1  SS18 SS8X1 SSX2 SSX4 STATE Suz12 TAF15

TCF12 TERT TFE3 TFEB TFG TP53 TPM3 TPM4 TRAF7 TSPAN31 VGLL2

WT1 WWTR1 YAP1 YWHAE ZC3H7B

TruSight Oncology 500



Datova analyza

 Pfevod optického signalu do soubor(
nesoucich informaci o sekvenci a kvalité
cteni této sekvence

 Mapovani na lidsky genom

Aplikace nastroju identifikujicich zmény
oproti referenci - ruzné ndastroje pro
jednotlivé typy alteraci

* Vlytvoreni vystupniho souboru s vyctem
detekovanych zmén oproti referenci
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Terciarni analyza a interpretace dat

e Filtrovani nalezU dle vybranych parametrd

* Vizualizace a manualni kontrola detekovanych alteraci

chri:115,258,127-115,258, 766

& Pre-configured Small Variant Demo Filter (29)

View Variant Filter

This Case
Interpret
8 Tier 1A
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret
Interpret

Interpret
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Genes

PTEN

KRAS

ARID1A

BAP1 (+1)

AXIN1

PRKDC

PIK3C2B

AURKB

DNMT3A

MLH1 (+1)

MLH1 (+1)

MLH1 (+1)

PTPRD

TET1

PDCD1

TENTSC

NOTCH4

PTPRD

ADGRA2

TET1

VTCN1

Transcript
Exon 7/9
Exon 3/5
Exon 2..

Intron 1..

Intron 2...

Exon 6...

Intron 1..

Exon 9/9

Exon 3/...

Exon 16

Exon 16...

Exon 16..

Exon 2..

Exon 4/...

Exon 2/5

Exon 2/2

Exon 16...

Exon 2..

Exon 12..

Exon 4/...

Exon 1/6

Pre-configured TSO 500 RNA Demo Filter (Q)

c.640C>T p.(GIn214T.

¢183A>T p.(GIn6His...

¢.6700del p.(Ala2234...

€.2057-4G>T

c.878+8C>T

€.8784G>A p.(Lys29...
€.2773-9_2773-7deli...
€.885_893delinsTGT...

¢.89A>C p.(Glu30Ala...

¢.1852_.1853delinsGC.

€.1852A>G p.(LysB18...
c1853A>C p.(LysB18...
€.2930C>T p.(Thr97...
€.3053_3055delinsG...
¢.83C>T p.(Pro28Leu...
c.895G>A p.(Glu299L...
¢.2504G>T p.(Gly83...
€.2341A>G p.(Thr781..
c.1621G>A p.(Val541...
¢.3055A>G p.(Lys101...

€.23T>C p.(Leu8Pro) ...

0.08

01538

0.05.

0.44.

0.54...

0.44...

0.99M

0.502

0.41

0.4157

0.41...

0.48...

0.988

0.47..

0.502

0.44...

0.48..

0.98

0.5

CGC

Oncogene, TSG
Oncogene
Fusion, TSG
TSG

TSG

TSG
Fusion, TSG
Fusion, TSG

Fusion, TSG

Oncogene, Fusion, TSG

Oncogene, Fusion, TSG

Pre-configured Focal CNV Demo Filter (1)

Consequences
Loss of Function
Gain of Function V...
Loss of Function ...
Loss of Function
Loss of Function ...
Loss of Function ...
Splice Region Vari..
Missense Variant
Loss of Function ...
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant
Missense Variant

Missense Variant

alelicka frekvence, dopad varianty aj.

Pre-configured RNA Demo Filter (2)

. (+ More)

(+ More)

(+ More)

. (+ More)

(+ More)
(+ More)
(+ More)
(+ More)
(+ More)
(+ More)
(+ More)
(+ More)

(+ More)

(+ More)

(+ More)

(+ More)

Oncogenicity Prediction
10
jLo
jLo

VuUs
vus
Vus
Vus
Vus
Vus
vus
Vus
VuUs
Vus
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LB
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LB
LB
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populacni frekvence,
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Terciarni analyza a interpretace dat

* Posouzeni vyznamu detekovanych alteraci
e Klasifikace dle mezinarodnich schéemat
* Klasifikace patogenicity/onkogenicity

* ClinGen/CGC/VICC doporuceni (PMID: 35101336)

Oncogenicity Classification Point Ranges
-7 6 -1 0 5 6 9 10
| | | | || | | | | | | | ‘
<—Benign—> { ‘< —Likely Oncogenic—> <Oncogenic>
Benign Oncogenic
Evidence Strength Very Strong Strong Supporting Supporting Moderate Strong Very Strong
POINTS -8 -4 -1 +1 +2 +4 +8

Absent in
Population Data MAF is >5% MAF is >1% population
databases

Well-established Well-established

) functional studies functional studies

Functional Data . .
show no oncogenic supportive of an
effects oncogenic effect
Missense change at
an amino acid Same amino acid
Silent mutation (no residue where a change as a o
S : 5 i i i Null variant in
Predictive Data predicted impact on different missense previously e ——
splicing) change determined established PP
to be oncogenic has | oncogenic mutation
been documented
Cancer hotspots Cancer hotspot with | Cancer hotspot with
Cancer Hotspots with low frequency | moderate frequency high frequency of
of recurrence of recurrence recurrence
All utilized lines of All utilized lines of
Computational Evidence .computatlonal c.ornputatlonal
evidence suggest no evidence support
impact of a variant oncogenicity




Terciarni analyza a interpretace dat

e Klasifikace dle mezinarodnich schémat

Standard Carel

nvestigationall

Hypothetical

Standard Care
Resistance

* Klasifikace actionability

* AMP/ASCO/CAP doporuceni (PMID: 27993330)

* OncoKB systém (PMID: 30137196)
 ESCAT (PMID: 30137196)

FDA-recognized biomarker predictive of response to an

FDA-approved drug in this indication

FDA and/or prof nal

Standard care biomarker recommended by the NCCN or for diagnosis in this indication

ized biomarker required }

other professional guidelines predictive of response to an

FDA-approved drug in this indication

dbiomarker that

FDA and/or profi
supports diagnosis in this indication

Compelling clinical evidence supports the biomarker as

being predictive of response to a drug in this indication

onclinical evidence

Biomarker that may assist disease diagnosisin this indication based

Standard care or investigational biomarker predictive
of response to an FDA-approved or investigational
drug in another indication

FDA and/or prof ideline-r

d biomarker prognostic in

Compelling biological evidence supports the biomarker

this indication based on a well-powered study (or studies)

as being predictive of response to a drug J

FDA and/or professional ve-r

d biomarker prognostic in

this indication based on a single or multiple small studies

)
|

Standard care biomarker predictive of resistance to an

FDA-approved drug in this indication
well-powered studies

9 00000
bpp OO

Biomarker is prognostic in this indication based on clinical evidence in

Compelling clinical evidence supports the biomarker as
being predictive of resistance to a drug

Tier I: Variants of Tier Il: Variants of

Strong Clinical Potential Clinical
Significance Significance
Therapeutic, prognostic & Therapeutic, prognostic &
diagnostic diagnostic

FDA-approved therapies
for different tumor types
or investigational
therapies

FDA-approved therapy

Included in professional
guidelines
Multiple small published
studies with some
consensus

Well-powered studies
with consensus from
experts in the field

Preclinical trials or a few
case reports without
consensus

ESCAT

ESMO Scale for Clinical ..
Actionability of
Molecular Targets

Combination development

Lack of evidence

Ready for routine use

Hypothetical target

Tier lll: Variants of
Unknown Clinical
Significance

Not observed at a
significant allele
frequency in the general
or specific subpopulation
databases, or pan-cancer

or tumor-specific variant
databases

No convincing published
evidence of cancer
association

estigational

Tier IV: Benign or

Likely Benign Variants

Observed at significant
allele frequency in the
general or specific
subpopulation databases

No existing published
evidence of cancer
association

ESCAT
evidence tier Il

ESCAT
evidence tier IV

1ce tier V




Patient ID: 529893
Tissue ID: T25-17898
Report date: 1-Feb-2024

Summary

Patient and sample details Assay details
Hospital University Medical Centre Laboratory Genomics testing faciity
Patient number 529893 (F) Aequested by DxJohn Doo
" [ ive DNA NGS panel (520 genes), paired umour-
Date of birth 15-May-1967 Assay description el FHA Ko e
Txze K 17808 Assay 10(s) NGS-DNA-panel0!, NGS-RNAfuso-03
Date of sampling 12-Jan-2024 Assayrunnrs)  R1565, D9860-1
Sampling anatomical site Liver Report date 1-Feb-2024
Sample type Biopsy (FFPE)
Adenacarcinoma (NSCLC)
Hsolpioatomoane (Ph-Teport: T24-12811) ; .
Patholog-baset: 60% Assay quality evaluation x|
Tumour cell content
Sequencing-based: 53%
PASS, with warnings
Sample 10(s) M25-02999, M25-03001
= T Interpretation: The sample is evaluable, but the sensitivity and
specificity for gene fusions may be reduced given the relatively low
Source of normal Bload

alignment score. Follow-up testing could be considered.

History / Reason for testing

Patient (female) with metastatic NSCLC and a known ALK fusion (EML4-ALK). Treated with Crizotinib. Sample obtained upon progression
after a short initial response. Resistance mechanisms, other targets?

Summary of most relevant findings

Lung adenocarcinoma metastatic biopsy showing:

- ALK {EML4 ex13 = ALK ex20) gene fusion. This fusion has also been detected in a previous tumour sample of this patient.

No additional (resistance) mutation are observed. Possible indication for second/third-line ALK inhibitor (e.g. Alectinib, Brigatinib, Lorlatinib,
Ceritinib)

- BRCAT (p.Ala1708GIu, p.GIn1756fs) inactivation, ESCAT Ill in lung cancer (possibility for drug repurposing of PARP inhibitors in a clinical
trial setting)

- Homologous recombination deficiency (HRD) (score 0.95) confirming the complete (bi-allelic) inactivation of BRCAT.

One of the observed BRCAT (p.GIn1756fs) mutations is detected in the patient’s germline DNA and previously reported as Ashkenazi
founder pathogenic variant. Referral to a genetics specialist can be considered.

The combination of two BRCA? mutations (bi-allelic) and high a HRD score indicates functional loss of homologous recombination repair
function.

To translate these findings into treatment recommendations, further interpretation of the resulls should be performed by a
physician considering the patient’s full medical history, if appropriate with support of a molecular tumour board.

An overview of all tic genomic events and germline variants can be found in the report.

The data on which this report is based has been generated using tests that are performed under IS0-17025:2017 TESTING accreditation.

Assay details, sensitivity/specificity specs and clinical validation reports are available via genomics-facility.orgAS0-val-reports/.

Based on a minimal tumour purity of at least 20%, the test has a sensitivity of >95% for detection of genomics variants, >95% for copy number alteration and >95%
for detection of gene fusions

Genes/regions that are covered by the assay(s) design and/or that are included in the clinical reporting can be downloaded here: www.genomics-facility.org/assays/.
Further detalls about the biinformatics pipeline and analysis parameters can be found on GitHub: (https://github.com/seqtacility/)

This report has been generated on 1-Feb-2025 using the pipeline version 2.1. A user manual to assist in interpretation of this report can be downloaded here:
www.genomicsfacility. org/test-manuals!,

Far auestions. feedhack or i sunnor facilitv or

Patient 10: 529893
Tissue |0; T25-17898
Report date: 1-Feb-2024

Resuits

Mutatlons Assayfanalysis ac: K
Gene Transcript Position Variant Effect Reads Germiine  Hotspot Class

’ CB14G>A Likely
P53 TS NM_000546.6 VI oroggy T 2/610 6%y W yes tiogemt

5 c.5266dup
BACAT  TSG  NM_007294.4 AI00078 e meshift | 207/571 53%  no yes yes Pathogenic

’ €5123C>A .
BRCAT  TSG  NM_007234.4 210 missense  231/662 35% mo o yes Pathogenic
TERT %‘Gm NM_198253.3 51205228 ©.-124C>T promoter  238/366  65%  no no yes Pathogenic

. ©.996del Likely
KEAPT TSE  NM_208500.2 19:10602583 frameshift  287/521 55% yes  mo mn %
Komsa %“Gm NM_012914152  X-44922043 ;1 AHEA ) M 190/38 5% mo " ws
Copy number alterations Assay/analysis QC: KNI
Gene Type Transcript Region Event Gene copy number  Chr arm copies
ABT 56 NM_000321.3 13q14.2 loss 0 4
NCOAZ ONCO NM_006540.4 8q13.3 gain 0 2
Gene fusions Assay/analysis QC: KN

Comment: Warning, low alignment score*

Gene 5" Transcript 5 Exon 5' Gene 3' Transcript 3' Exon 3 Phasing Reads
EML4 NM_019063.5 13 ALK NM_004304.5 20 in-frame 135/211 (88%)
HEY1 NM_012258.4 3 neoaz NM_006540.4 10 exon-skipping 6/14 (43%)
“Gene fusions show a relatively low number of aligned reads, ir ing a lower likely due to lower quality of the input tissue.

Caution is required for interpretation of the results

Mutational signatures Assay/analysis Qc: IKENIN

Signature Score Threshold [range] Result
Tumour mutation burden (TMB) 24 10/[0-100+] Low
Microsatellite (in)stability 0.1 4[0-100+] MSS (stable)
Homologous recombination deficiency 0.95 0.5[0-1] Deficient

Bemmlu; aberations are mpom)ﬂ based on the HG37 genome assembly and the MANE select transcript IDs {or the transcript indicated) (last update 01-Jan-2023).
status has been ined to indicate complete bi-allelic loss of the wildtype allele. Variants are classified as (likely)
wariant of unk {VUS). {Likely) benign variants are not included in this report. Variants that are (likely) present in the patient's germiine are
indicated. Genes are marked as Oncogenes (ONCD) andfor tumour suppressor genes (TSG) and variants in known hotspots codons are indicated. (source: Jackson CKB,
s per 1-Jan-2024). More details and an overview of the genes that are considered for variant reporting can be found here: www.genomics-facility.org/assays/variant-
reporting/
Copy number alterations are reported for copy gains x chromosomal arm copies). For copy losses, only events are reported that show a complete loss (0 copies). Gene
losses are reported for TSG only, gene gains (amplifications) are called for ONCO. More details and an overview of the genes that are considered for fusion reporting can
be found here: www.genomics-facility.org/assays/CNV-reporting/
Gene fusion detection has been performed using RNA-based sequencing. Fused gene products are reported in case of in-frame events, including in-frame events that
require exon skipping. Gene fusions are preferentially detected on the MANE select transcripts but can also include alternafive transcripts. The number and percentage
of fusion reads are reported. More details and an overview of the genes that are considered for fusion reporting can be found here: www.genomics-facility.org/assays/
fusion-reporting/

il the tumour (TMB) ber of missense muts/Mb, microsatellite instability (MS), and homologues recombination
deficiency (HRD). Nedails of the used nrcadura and bicinformatics nineline can ba found on GitHuh (httos:/aithub com/saofacilite/)

Patient ID: 529893
Tissue ID; T25-17898
Report date: 1-Feb-2024

Biomarkers clinical evidence

Clinical actionability annotation

Gene/Biomarker  Alteration Match level Treatment type/ drug ESCAT Source
- Alectinib, Loriatinio,
ALK ALK-EMLA fusion fusion o, Coril, Brigatil 1 CKB-JAX
Alectinib, Lortatinib,
ALK ALK-EMLA fusion fusion Crizotinib, Geritinip, Brigatinio | OncokB
BRCA1 p.Ala1708Glu, p.GIn17561s inactivation Olaparib, Talazoparib, Niraparib 1] CKB-JAX
BRCA1 p-Ala1708Glu, p.Gin1 756fs inactivation Rucaparib [} CKB-JAX
BRCA1 p.Ala1708Glu, p.Gin1756fs oncogenic Olaparib, Niraparib, Rucaparib [} OncokB
HRD Positive signature PPARF inhibitors [} CKB-JAX.
Clinical trial biomarker matching
Gene/Biomarker  Alteration Match level Trial name/number Phase Source
NCT04826341 m
BRCA1 p.Gin1756fs inactivation NCT03845296 ] (CKB-JAX
NCT05700721 I
= NCT04826341 m
HRD Positive signature A, i CHB-JAX

Findings for potential follow-up

Gene/Biomarker  Alteration Follow-up Remark

Referral to genetic counselling/cancer Pathogenic variant also observed in the patient germline DNA.
genetics specialist Reported as Ashkenazi founder pathogenic variant.

Confirmatory testing is required if
considered for the pathological diagnosis.

BRCAT ©.5266dup (p.Gin1756fs)

HEYT=NCOAT HEY? ex3 - NCOAT ex10 Low RNA reads, potential passenger due to NCOAZ amp.

Reported genomic events are matched against knowledgebases (source: Jackson CKB, OncoKb, as per 1-Jan-2024) for associated clinical evidence regarding potential
treatment approaches. ESCAT levels are used for clinical relevance; only evidence items with an ESCAT tier I, Il or lll are reported. Clinical evidence matching is performed
for (likely) pathogenic variants (VUS are not included), copy numbers alterations, fusions and genomics signatures. Only the evidence items with the highest tier match
are shown.

Clinical trial matching is performed based on the genomics event and tumour type information only. Other clinical trial eligibility criteria are not considered, and need to
he svaluated further if inelusion in a inical trial is considarad.

PMID: 39112111
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Shrnuti

Vyhody Nevyhody

Levna, rychla a dostupna metoda
IHC Hodnoceni na urovni jednotlivych
bunék

Inter-observacni variabilita
Specificita a dostupnost protilatek

Vysoka presnost
FISH Hodnoceni na urovni jednotlivych
bunék

Omezeny pocet cild v 1 reakci
Vys§sSi narocnost na vybaveni

Relativné levna a rychla metoda

HEx Jednoducha interpretace

Omezeny pocet cild v 1 reakci

Komplexni metoda umoznuijici VySsi cena a narocnost na vybaveni

A detekovat Siroké spektrum alteraci Slozitost datové analyzy a interpretace
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